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Modulation of dorsolateral prefrontal cortex (DLPFC) activity
using non-invasive brain stimulation has been shown to reduce
food craving as well as food consumption. Using a preregistered
design, we examined whether bilateral transcranial direct current
stimulation (tDCS) of the DLPFC could reduce food craving
and consumption in healthy participants when administered
alongside the cognitive target of inhibitory control training.
Participants (N¼ 172) received either active or sham tDCS
(2 mA; anode F4, cathode F3) while completing a food-related
Go/No-Go task. State food craving, ad-lib food consumption
and response inhibition were evaluated. Compared with sham
stimulation, we found no evidence for an effect of active tDCS
on any of these outcome measures in a predominantly female
sample. Our findings raise doubts about the effectiveness of
single-session tDCS on food craving and consumption.
Consideration of individual differences, improvements in tDCS
protocols and multi-session testing are discussed.
1. Introduction
Unprocessed or minimally processed foods account for less than 30%
of the average UK diet, with ultra-processed foods contributing more
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2than 50% of food intake [1]. The availability and low cost of highly palatable and energy-dense food has
resulted in increased consumption [2,3], providing one of the leading explanations for rising rates of obesity
[2,4]. It has now been noted that this rise in food consumption is often in the absence of hunger and is
instead driven by factors unrelated to an individual’s physiological requirements, such as pleasure [5].
This desire to consume food is referred to as hedonic hunger, and is satisfied by the consumption of
these energy- and calorie-dense foods [5]. Hedonic hunger can manifest as a preoccupation with
constant thoughts surrounding food, resulting in persistent cravings [6]. It is these cravings—which
manifest as a strong desire to consume a specific food—that can result in the overconsumption of food
regardless of caloric requirement [7]. However, the extent to which hedonic factors influence eating
behaviour varies widely across individuals; for some, healthy eating remains a constant challenge,
whereas others appear able to resist temptation and maintain a healthy diet.
Neuroimaging studies have suggested that individual differences inprefrontal brain activity related togoal-
oriented behaviour and self-control may help to explain vulnerability to hedonic eating [8–10]. A particular
region of interest is the dorsolateral prefrontal cortex (DLPFC) which has been associated with the
impulsiveness often linked to overconsumption [11]. In a meta-analysis, Brooks et al. [12] found that obese
participants showed reduced activation of the left DLPFC in response to food images. Similarly, those who
are obese have been shown to have reduced grey matter volume in the left inferior frontal gyrus and
bilateral DLPFC [13]. Increased activity in the DLPFC, on the other hand, has been associated with
successful self-regulation of food intake and weight loss [14–16]. It has therefore been proposed that
enhancingbrain activitywithin theDLPFCmayhelp to increase self-control and reduce food consumption [17].
Transcranial direct current stimulation (tDCS) has frequently been used in studies of food-related
behaviour with the aim of modifying automatic responses to food stimuli. tDCS involves the delivery
of a weak (typically 1–2 mA) direct electrical current to the cortex via two scalp electrodes. The effect
of tDCS on brain activity is dependent on the stimulation polarity; anodal stimulation is thought to
increase cortical excitability by neuronal depolarization, whereas cathodal stimulation is believed to
decrease excitability by hyperpolarizing neurons [18–23].
Activation of the DLPFC using tDCS has indeed shown promise for modulating food-related
behaviour. Compared to sham stimulation, active tDCS has been found to reduce food craving in
healthy subjects who self-identify as having frequent and strong cravings [24–28]. Furthermore, it
seems that the effect of tDCS goes beyond craving alone and can result in decreased food
consumption [24,27,29]. For example, Fregni et al. [24] investigated the potential effects of tDCS on
both food craving and food consumption using a within-subjects crossover design. Participants’
craving scores were measured before and after exposure to nine processed food items while watching
a 5-min film depicting images of foods known to elicit cravings. These measures were then repeated
following sham or active DLPFC stimulation with an ad-libitum eating phase post-exposure. A
significant reduction in food craving was found in the anode right/cathode left condition, though not
in the anode left/cathode right condition, and sham stimulation resulted in a significant increase in
food craving. Overall calorie consumption was also significantly lower in both active conditions
compared to sham, with the anode right/cathode left condition resulting in the lowest intake. This
finding was replicated by Goldman et al. [25], who also demonstrated a significantly greater reduction
in both food craving and an inability to resist food with active anodal right/ cathodal left stimulation
compared to sham stimulation, although they found no difference in food consumption. More recent
studies have also replicated effects of tDCS on food craving, although effects on food consumption are
more equivocal [26,27]. Potential explanations for variability in outcomes are inadequate statistical
power (the largest sample size across these papers was N ¼ 21; see [30]) and suboptimal study
protocols, including lack of study preregistration to control various forms of analytic and reporting bias.
Unlike some forms of brain stimulation, tDCS is a subthreshold intervention; it is too weak to induce
activity, but instead modulates already occurring neuronal activity [31]. It has been argued, therefore,
that the effectiveness of tDCS may be improved with the addition of a cognitive task that promotes
activity in the target brain regions [17,18,31,32]. One potential task that could augment the effect of
tDCS on food cravings and consumption is food-related inhibition training.
Food-related inhibition training typically requires participants to withhold their responses to images
of palatable foods in response inhibition tasks such as the Stop-Signal task or Go/No-Go task. Previous
studies have suggested that such training may be effective in modifying food-related behaviour and can
result in decreased consumption of unhealthy foods, healthier food choices, and even weight loss [33–
38]. Two recent meta-analyses have reported small but significant effect sizes for the effect of inhibition
training on food consumption and have further indicated that effects are greater for Go/No-Go
compared to Stop-Signal training ([39,40]; see also [33]). Furthermore, inhibitory control (especially in
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electroencephalography (EEG), Lapenta et al. [27] found that bilateral tDCS to the DLPFC (anodal
right/ cathodal left) resulted in reduced N2 and increased P3a components of responses to No-Go
stimuli. The authors also found reduced food craving and consumption following active stimulation
and suggested that these effects were mediated by changes in inhibitory control. Although no studies
to date have paired food-related inhibition training with DLPFC stimulation, one recent study has
combined general inhibition training with stimulation of the inferior frontal gyrus—another area
believed to be involved in response inhibition [48]. Ditye et al. found that the combination of training
and stimulation was more effective at improving performance than just inhibition training alone.
However, because the training-only group did not receive sham stimulation it is possible that these
results were due to non-specific effects of brain stimulation, including a placebo effect.
The present study therefore aimed to extend previous findings by investigating whether combining
tDCS and food-related inhibition training could have a cumulative effect on decreasing food cravings
and consumption. Furthermore, we recruited a larger-than-typical sample size (N ¼ 172) and all
methods were pre-registered prior to data acquisition to ensure transparency and reduce researcher
bias. Using a between-subjects design, participants were randomly assigned to receive either active or
sham stimulation; in accordance with previous studies we delivered bilateral, anodal right/cathodal left
DLPFC stimulation (e.g. [24]). Stimulation was paired with a food-related Go/No-Go training task in
which unhealthy foods were consistently paired with inhibition and healthy foods were paired with a
response. State food cravings were measured before and after tDCS, and following stimulation
participants were presented with a snack buffet to measure ad-libitum food consumption. The snack
buffet contained the same foods presented during training in addition to two novel foods (one
unhealthy and one healthy). To justify the snack phase participants were informed that we were
measuring the effect of blood glucose levels on cognitive performance. We therefore needed to measure
performance at the beginning of the study, following a three hour fast, and following food intake. Our
primary pre-registered hypothesis was that participants receiving active tDCS would consume fewer
calories than those receiving sham tDCS, with a secondary pre-registered hypothesis that the active
group would also show a decrease in food craving compared with sham. A speeded Go/No-Go task
was also included at the end of the session as a pre-registered manipulation check for the effect of tDCS
on inhibitory control; we predicted that participants in the active group would make fewer commission
errors compared with the sham group (the percentage of erroneous responses made on no-go trials).
2. Method
2.1. Participants and sample size
One hundred and eighty-one participants (141 females, age:M ¼ 20.81, s.e. ¼ 0.26)were recruited from the
staff and student population at Cardiff University and 172 participants were included in the final analyses
following exclusions according to pre-registered criteria (134 females, age: M ¼ 20.8, s.e. ¼ 0.26).
Participants were all aged 18–45, right-handed, and had no contraindications for tDCS. Participants
were excluded if they were currently dieting (with the aim to lose weight), if they had any history of
eating disorders or if they had previously taken part in any studies involving inhibition training and
food consumption. Sample size was determined according to an a priori power calculation. Although
we used a Bayesian inferential stopping rule for the main effect of total calorie intake between
groups, we achieved our maximum possible sample size before the Bayes factor reached the
recommended threshold for early research (BF . 6 or BF, 1/6 to provide moderate evidence for the
experimental or null hypothesis, respectively; [51]; see electronic supplementary material for further
details). Our maximum sample size of 172 participants provided us with 90% power to detect an
effect size of d ¼ 0.5 using a two-tailed independent t-test with an alpha level of 0.05 (G*Power;
[52]). All participants were reimbursed at a rate of £10 per hour. The study was approved by the
School of Psychology Research Ethics Committee, Cardiff University.
2.2. Materials/measures
2.2.1. Transcranial direct current stimulation
Participants received either active or sham tDCS. Two 7  5 cm (35 cm2), saline-soaked, sponge
electrodes were positioned bilaterally with the anode placed over the right DLPFC and the cathode
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Figure 1. Schematic diagram of the procedure. Participants initially completed measures of hunger, mood and craving before being
randomly allocated to receive either active or sham stimulation. After 5 min of stimulation a food-related Go/No-Go training task was
introduced. Following this task, participants were presented with the hunger, mood and craving scales and then a snack buffet with
various unhealthy and healthy foods for consumption. Filler questionnaires were provided during the buffet to keep participants
occupied for 20 min. Participants then completed a speeded version of the Go/No-Go task to measure inhibitory control ( full
details can be found in the Method section). Note. PANAS ¼ Positive and Negative Affect Schedule [49]; G-FCQ-S ¼ General
Food Craving Questionnaire – State Version [50]; tDCS ¼ transcranial direct current stimulation.
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2 mA current was applied using a battery-driven constant-current stimulator (Neuroconn DC-
STIMULATOR PLUS, neuroConn GmbH, Illmenau, Germany) for 20 min (with a 10 s ramp up and
down). For the sham condition, the stimulator delivered a 2 mA current for 30 s before being ramped
down to 0 mA over a 1 min period. The experimenter was provided with a study code for each
participant that would generate either active or sham stimulation, ensuring that the experimenter was
blinded to the condition.
2.2.2. Go/No-Go training task
The training task lasted approximately 15min and consisted of eight blocks of 36 trials with a 15 s break
between each block (see figure 1 for a visual schematic of the procedure). The blocks randomly presented
nine images of unhealthy foods (three images each of chocolate, crisps and biscuits), nine images of
healthy foods (three images each of fruit, rice cakes and salad vegetables) and 18 filler images (clothes;
three each of jeans, shirts, jumpers, socks, skirts and ties). One stimulus of each food type was a
photographed image of the corresponding food item that was presented in the snack buffet. All images
were close-up views of the food item against a white background; images were carefully selected on the
basis that there were no additional ingredients or packaging, and they were matched for size and
complexity. Each trial began with the presentation of a central rectangle (inter-trial interval; ITI, 1250 ms).
A stimulus was then presented within this rectangle randomly, and with equal probability, to either the
left or right hand side. Participants were required to respond to the location of the stimulus as quickly and
accurately as possible using their left and right index fingers (using the ‘C’ and ‘M’ keys, respectively).
A no-go signal (the fixation rectangle turned bold for the duration of the trial) was presented on 50% of
trials indicating that the participant must withhold their response for that trial. All of the unhealthy food
images were presented with a signal (100% mapping), none of the healthy foods were presented with a
signal (0% mapping) and half of the filler images were presented with a signal (50% mapping; see figure 2
for visual schematic). All instructions were presented electronically before the training task and read
verbatim by the experimenter. All tasks were programmed in MATLAB (Mathworks, Natick, MA) using
Psychophysics Toolbox (www.psychtoolbox.org) and all stimuli were presented on a 19-inch flat-panel
LCD monitor. The training task was identical to that used by Adams et al. [33].
2.2.3. Snack buffet
Ad libitum food consumption was measured using a snack buffet. A snack buffet has frequently been
used in studies of food take and is considered to be a valid measure of consumption [53]. Four
unhealthy (crisps, biscuits, chocolate and cheese bites) and four healthy foods (carrots, grapes, rice
no signal trial
signal trial
ITI (1250 ms)
ITI (1250 ms)
withhold
response
make response
Figure 2. Visual schematic of the Go/No-Go training task. ITI ¼ inter-trial interval.
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intake; see electronic supplementary material, table S6 for weight and nutritional information). Upon
entering the buffet, participants were instructed to eat as much food as they liked, but to ensure that
they were not feeling hungry when the experimenter returned after 20 min (in order to replenish their
glucose levels, consistent with the cover story). They were then left alone with a battery of filler
questionnaires (see Questionnaires below). Unknown to the participants, all food was weighed before
and after the buffet to determine calorie consumption. The snack buffet and cover story were also
identical to those used by Adams et al. [33].
2.2.4. State food craving
State food craving was measured with the General Food Craving Questionnaire – State Version (G-FCQ-
S; [50]). The questionnaire consists of 15 items that measure the strength of food cravings; participants are
asked to indicate how much they agree with each statement ‘at this very moment’ using a five-point scale
(from 1 ‘strongly disagree’ to 5 ‘strongly agree’). There are five craving subscales including: intense desire
to eat, anticipation of relief from negative states, physiological craving, preoccupation with food or lack of
control over eating and anticipation of positive reinforcement. Scores can be calculated for specific
subscales or a total score can be calculated (ranging from 15 to 75).
2.2.5. Speeded Go/No-Go task
As a manipulation check for the effect of tDCS on inhibitory control we included a second Go/No-Go
task. To avoid floor effects and improve the detection of potential improvements in inhibitory control,
we modified the training task in three ways: firstly, we used a speeded version in which the ITI and
stimulus presentation time was reduced to 500 ms; secondly, we reduced the percentage of no-go
trials from 50% to 33.3%; thirdly, all foods were inconsistently paired with a no-go signal (33.3%
mapping).1 The task consisted of 15 blocks of 45 trials and lasted approximately 15 min. The stimuli
were the same as those presented in the training task with the addition of nine novel unhealthy foods
(5 sweet, 4 savoury). Instructions were presented electronically and participants were warned verbally
about the faster presentation time for this task.1The commission error rate on the training task is typically very low (approx. 5%) making it difficult to detect any potential
improvements in inhibitory control. It was believed that these changes would encourage rapid responding, which, as a result of the
speed-accuracy trade-off would also increase the rate of commission errors (see [54]). A pilot study (N ¼ 13) we conducted with
non-food images (e.g. household items including electrical goods and furniture) showed this to be the case with a mean
commission error rate of 24.44%, s.e. ¼ 3.53%.
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Participants completed three 100 mm visual analogue scales to measure hunger, fullness and desire to
eat, and the G-FCQ-S to measure food craving [50]. We also measured mood (using the Positive and
Negative Affect Schedule, PANAS; [49]) and included two questions regarding discomfort/pain and
nausea to rule out differences in food consumption due to these potential effects of tDCS.
2.2.7. Filler questionnaires
As in our previous studies [33,37], filler questionnaires were provided during the snack buffet to keep
participants occupied for the duration of the snacking phase. The questionnaires included the Brief Self
Control Scale (BSCS; [55]), the Big Five Inventory (BFI; [56]), the Emotion Regulation Questionnaire
(ERQ; [57]), the UPPS impulsive behaviour scale [58], the Attentional Control Questionnaire (ACQ; [59])
and the Mood and Anxiety Symptom Questionnaire (MASQ-62; [60], identical to those used in Adams
et al. [33] and Lawrence et al. [37]).
2.3. Procedure
At least one week prior to the study, all participants were screened for eligibility criteria and were asked
to complete the Restraint Scale [61]. On the day of testing, participants were asked to eat something small
three hours before the study and to then refrain from eating during this period, thus standardizing
appetite and food motivation. All testing sessions therefore took place between 12 pm and 8 pm. This
instruction was also consistent with the cover story that justified the snacking phase (that we were
measuring the effects of glucose levels on task performance). Upon arrival, participants completed a
consent form and two brain stimulation safety screening questionnaires, followed by the task-relevant
questionnaires before receiving tDCS. The first five minutes of tDCS were delivered in isolation, and
the remaining 15 min were delivered alongside Go/No-Go training. Following training, participants
completed the task-relevant questionnaires for a second time. Participants were then taken to another
room for the snack buffet and were left for 20 min with the filler-questionnaires. Finally, participants
completed the speeded Go/No-Go task in the original testing room. After completion, all participants
were debriefed and their awareness of the study’s aims and tDCS condition was questioned (see
electronic supplementary material for all debrief questions and analyses). Participants’ height and
weight was then recorded to calculate their body mass index (BMI; kg/m2).
2.4. Statistical analyses
Four participants were excluded in the sham group, and three in the active group based on failure to
comply with task instructions (see electronic supplementary material, table S1 and electronic
supplementary material for details and analysis). A further two participants (1 active, 1 sham) were
excluded because they indicated knowledge of the study aim and one participant (active) was
excluded after disclosing history of an eating disorder during debrief. Following exclusions there was
a final sample of 172 participants: 84 in the sham condition (66 females) and 88 in the active condition
(68 females). A further four participants were excluded from analysis of the speeded Go/No-Go task
due to failure to comply with task instructions: 2 from the sham condition and 2 from the active
condition. All exclusions were in accordance with pre-registered criteria.
Food consumption data were explored for statistical outliers to ensure that any strong food
preferences did not skew the results. The data were split according to food type and tDCS condition
and values that exceeded 3 s.d. from the mean were replaced with the highest non-outlier value for
that food þ1. This method reduces the impact of a univariate outlier while maintaining the score as
the most deviant [62]. Food consumption was analysed as a function of food type and food novelty
by calculating the mean calorie value for each food category (the total calories for each food category
was divided by the number of foods in that category). The consumption of healthy foods was also
analysed in grams to avoid potential floor effects (see electronic supplementary material).
All frequentist statistics were computed using JASP (JASP Team, 2018). Bayes factors were also
calculated to interpret null findings and assess the strength of evidence [63–65]. For early research,
Bayes factors greater than 6 suggest ‘substantial’ evidence for the alternative hypothesis and Bayes
factors less than 0.16 indicate ‘substantial’ evidence for the null hypothesis [51]. The Bayes factor for
total calorie intake was calculated using Dienes’ online calculator (see electronic supplementary
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We originally hypothesized that all predicted effects would be greater in those who scored highly on
measures of restrained eating. However, of the 172 participants included in the analyses, only
15 participants met the cut-off score for dietary restraint (a score of 15þ on the Restraint Scale (RS);
[61]) meaning that subgroup analyses could not be conducted. However, based on the
recommendation of a reviewer, we analysed data with linear mixed effect models (see §4.7.).
In addition to the between-subjects factor of tDCS (active versus sham), the design in the pre-
registered protocol included separate groups of participants receiving no-go training and go-only
training (i.e. 2  2 design of active versus sham  go versus no-go). The no-go groups (active and
sham tDCS) were tested first in the sequence of data collection, and in light of the null effect of tDCS
reported here, the go-only groups were abandoned (no data collected). This paper thus reports the
hypotheses and analysis plans for the no-go group only.
The study protocol (13 Feb 2015) is available at https://osf.io/z2xf8/. Data collection commenced on
16/02/15 and was completed on 30/01/18. The protocol was updated on 1 Aug 2016, after collection of
52 participants (but prior to the final analysis), to include fasting and food allergies as exclusion criteria
https://osf.io/a5gqu/. No participants that were included in the sample prior to the protocol
amendment were excluded from further analysis.4. Results
4.1. Group differences: pre-registered
Demographic, state and trait variables were analysed to ensure there were no statistically significant
differences between tDCS groups at baseline. There were no significant differences in gender ratio
(x21 ¼ 0:04, p ¼ 0.837, f ¼ 0.02, BJZS ¼ 0.16), age, BMI, dietary restraint, hunger, fullness, desire to eat,
positive affect, negative affect, total craving score, craving subscales or hours since food (all ts , 1.5,
all ps . 0.05, all BJZS, 0.44; see electronic supplementary material, table S2). Within-subjects
differences in hunger, fullness, desire to eat, positive affect and negative affect between pre- and post-
tDCS phases were then compared between tDCS groups; no significant differences were found (all
ts , 1.6, all ps . 0.05, all BJZS, 0.53; see electronic supplementary material, table S2).
4.2. tDCS tolerability and blinding: pre-registered
Both active and sham stimulation were well tolerated; participants were emailed a post-monitoring form
24 h after study completion and of the 114 that completed the form, only seven participants reported a
minor adverse reaction (4.9%; see electronic supplementary material, table S3). However, participants
receiving active stimulation did report higher levels of pain after stimulation (M ¼ 1.4; s.e. ¼ 0.07)
compared with those receiving sham stimulation (M ¼ 1.16, s.e. ¼ 0.05; t170 ¼ 2.74, p ¼ 0.007, d ¼ 0.42,
BJZS ¼ 5.08). There was no significant group difference in reported nausea after stimulation (t170 ¼ 0.49,
p ¼ 0.626, d ¼ 0.08; BJZS ¼ 0.19), nor in awareness of tDCS condition (x22 ¼ 4:68, p ¼ 0.096, f ¼ 0.17,
BJZS ¼ 0.34; see electronic supplementary material, table S4), suggesting that participants remained blind
to the stimulation condition.
4.3. Food consumption
4.3.1. Pre-registered analyses
A 2  2  2 mixed ANOVA (between-subjects factor: tDCS condition [active or sham]; within-
subjects factors: food type [healthy or unhealthy] and food novelty [old or new]) revealed no
significant main effect of tDCS (F1,170 ¼ 1.54, p ¼ 0.217, h2p ¼ 0:01; BJZS ¼ 0.18; addressing the
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Figure 3. Total calorie intake as a function of tDCS condition.
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higher in the active tDCS group (M ¼ 631.18, s.e. ¼ 31.42) compared with the sham group (M ¼ 577.62,
s.e. ¼ 31.78; see figure 3). A Bayesian comparison of sham and active tDCS with an informative
prior (see electronic supplementary material, section 1 and section 5) revealed a Bayes factor of
0.19, indicating moderate evidence in favour of the null hypothesis (H0) over the experimental
hypothesis (H1).
The mixed ANOVA also revealed no significant interaction between tDCS and food type (F1,170 ¼ 0.87,
p ¼ 0.353, h2p ¼ 0:001; BJZS ¼ 0.12), or between tDCS and food novelty (F1,170 ¼ 0.08, p ¼ 0.772, h2p , 0:001;
BJZS ¼ 0.11). The three-way interaction between tDCS condition, food type, and food novelty was also
non-significant (F1,170 ¼ 0.004, p ¼ 0.947, h2p , 0:001; BJZS ¼ 0.18).
Using a multiple regression we additionally explored whether any demographic variables were
significant predictors of food intake (see electronic supplementary material, table S7). BMI was a
significant predictor, and as such was added as a covariate in the three pre-registered ANOVAS.
The inclusion did not affect the results significantly (see electronic supplementary material for
all outputs).
4.3.2. Exploratory analyses
Foods were split between unhealthy and healthy and analysed separately. Participants receiving
active stimulation consumed 6% more calories from unhealthy foods (active: M ¼ 497.1, s.e. ¼ 30.4;
sham: M ¼ 467.65, s.e. ¼ 28.83; t170 ¼ 0.7, p ¼ 0.484, d ¼ 0.11; BJZS ¼ 0.21 suggesting anecdotal-
to-moderate evidence in favour of H0 over H1) and 22% more calories from healthy foods than
those receiving sham stimulation (active: M ¼ 134.07, s.e. ¼ 8.15; sham: M ¼ 109.98, s.e. ¼ 6.7; t170 ¼
2.27, p ¼ 0.024, d ¼ 0.35; BJZS ¼ 1.77 suggesting anecdotal evidence that active tDCS resulted in greater
consumption of healthy calories compared with sham tDCS).
To account for possible floor effects caused by the low caloric value of the healthy foods, we also
analysed healthy food consumption in grams using a 2  2 mixed ANOVA (between-subjects factor:
tDCS condition [active or sham]; within-subjects factor: food novelty [old or new]). There was a
significant main effect of tDCS condition with participants in the active group consuming more
healthy food compared with the sham group (F1,170 ¼ 7.08; p ¼ 0.009, h2p ¼ 0:04, BJZS ¼ 0.52). A
significant interaction between tDCS condition and novelty was also observed (F1,170 ¼ 7.37; p ¼ 0.007,
h2p ¼ 0:01, BJZS ¼ 7.86). Analysis of simple main effects revealed that participants consumed
significantly more calories from healthy old foods in the active stimulation group (M ¼ 160.1, s.e. ¼
11.5) compared with sham (M ¼ 122.6, s.e. ¼ 7.98; p ¼ 0.008; BJZS ¼ 4.41), but not for healthy new
foods (active: M ¼ 5.4, s.e. ¼ 0.67; sham: M ¼ 5.9, s.e. ¼ 0.69; p ¼ 0.57; BJZS ¼ 0.19).
Furthermore, we additionally split foods by sweet and savoury to see whether food type played a
role in the effectiveness of tDCS. A 2  2 ANOVA (between-subjects factor: tDCS condition [active or
sham]; within-subjects factor: food type [sweet or savoury]) revealed a main effect of food type
(F1,170 ¼ 11.01, p ¼ 0.001, h2p ¼ 0:06; BJZS ¼ 20.73) indicating that participants ate significantly more
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Figure 4. Change in state craving score as a function of tDCS condition ( pre-stimulation scores were subtracted from post-
stimulation scores so that a positive score indicates increased craving and a negative score would indicate decreased craving).
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(F1,170 ¼ 1.44, p ¼ 0.233, h2p ¼ 0:01; BJZS ¼ 0.29) and no significant interaction between the two factors
(F1,170 ¼ 0.51, p ¼ 0.478, h2p ¼ 0:003; BJZS ¼ 0.21; for details of the consumption of individual foods see
electronic supplementary material, table S8).
4.4. Food craving: pre-registered
A 2  2 mixed ANOVA for total state craving scores (between-subjects factor: tDCS condition [active or
sham]; within-subjects factor: time [pre- or post-stimulation]) revealed no significant effect of tDCS
(F1,170 ¼ 0.66, p ¼ 0.420, h2p ¼ 0:004; BJZS ¼ 0.37; secondary pre-registered hypothesis; see figure 4) as well
as no significant interaction between tDCS and time (F1,170 ¼ 0.88, p ¼ 0.349, h2p ¼ 0:004; BJZS ¼ 0.28).
4.5. Effect of tDCS on response inhibition
4.5.1. Pre-registered analyses
A 2  4 mixed ANOVA on percent of successful no-go responses in the speeded task (between-subjects
factor: tDCS condition [active or sham]; within-subjects factor: stimulus type [unhealthy old, unhealthy
new, healthy, filler]) revealed no significant main effect of tDCS condition (active: M ¼ 86.18, s.e. ¼ 0.8;
sham: M ¼ 87.4, s.e. ¼ 0.7; F1,170 ¼ 0.86, p ¼ 0.355, h2p ¼ 0:01; BJZS ¼ 0.33; pre-registered manipulation
check; see figure 5) and no statistically significant interaction between tDCS condition and stimulus type
(F1,170 ¼ 1.54, p ¼ 0.205, h2p ¼ 0:01; BJZS ¼ 0.1). There was, however, a significant main effect of
stimulus type (F1,170 ¼ 12.75, p, 0.001, h2p ¼ 0:07; BJZS ¼ 155 512), with more successful response
inhibition for unhealthy old foods (M ¼ 88.13, s.e.¼ 0.61) than healthy foods (M ¼ 85.3, s.e. ¼ 0.69; p,
0.001), as well as more successful response inhibition for unhealthy new foods (M ¼ 87.99, s.e. ¼ 0.62)
compared with healthy foods (p, 0.001) and filler items (M ¼ 86.66, s.e.¼ 0.59; p ¼ 0.04).
4.5.2. Exploratory analyses
Based on the weak evidence that active tDCS resulted in greater consumption of healthy calories
compared with sham tDCS (see §4.3.2), we performed an exploratory analysis to investigate whether
this increase in consumption might be explained by active tDCS enhancing go-training effects to
healthy foods. Descriptively, participants in the active tDCS group exhibited faster go reaction times
to healthy foods (M ¼ 354.06, s.e. ¼ 2.37) compared with the sham group (M ¼ 359.71, s.e. ¼ 2.81).
However a 2  4 mixed ANOVA on go reaction time in the speeded task (between-subjects factor:
tDCS condition [active or sham]; within-subjects factor: stimulus type [unhealthy old, unhealthy new,
healthy, filler]) revealed no significant main effect of tDCS (F1,165 ¼ 3.62, p ¼ 0.059, h2p ¼ 0:02; BJZS ¼
1.35) and no significant interaction (F3,495 ¼ 1.51, p ¼ 0.211, h2p ¼ 0:01; BJZS ¼ 0.1).
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Figure 5. Percentage successful response inhibition in the speeded Go/No-Go task as a function of tDCS condition.
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Analyses of the data from the training task revealed that there were no significant differences between tDCS
conditions for successful inhibition (t170¼ 0.21, p¼ 0.833, d¼ 0.03, BJZS ¼ 0.17), go reaction time (t170 ¼ 1.81,
p¼ 0.073, d¼ 0.28, BJZS¼ 0.74), or percentage of errors (t170¼ 0.81, p ¼ 0.417, d ¼ 0.12, BJZS¼ 0.22).
To demonstrate evidence of learning in the training task we performed a 2  2 mixed ANOVA on go
reaction time (between-subjects factor: tDCS condition [active or sham]; within-subjects factor: stimulus
type [healthy, filler]) to investigate whether participants were faster to respond to healthy foods
compared to filler images. A significant main effect of stimulus type (F1,170 ¼ 210.75, p, 0.001,
h2p ¼ 0:55; BJZS ¼ 1.259  1028) confirmed that participants were faster at responding to healthy foods
(M ¼ 481.01, s.e. ¼ 5.18) compared to filler images (M ¼ 504.06, s.e. ¼ 5.77), however we found no
significant main effect of tDCS (F1,170 ¼ 3.26, p ¼ 0.073, h2p ¼ 0:02; BJZS ¼ 1.08) or interaction between
tDCS and stimulus type (F1,170 ¼ 0.87, p ¼ 0.353, h2p ¼ 0:002; BJZS ¼ 0.01).
We also undertook a corresponding 2  2 mixed ANOVA on successful response inhibition
(between-subjects factor: tDCS condition [active or sham]; within-subjects factor: stimulus type
[unhealthy, filler]) to test whether, as expected by the training, participants would be better at
inhibiting to unhealthy foods compared with filler images. This analysis revealed a significant main
effect of stimulus type (F1,170 ¼ 50.01, p , 0.001, h2p ¼ 0:23; BJZS ¼ 2.434  108) with participants
exhibiting a higher percentage of successful stopping to unhealthy foods (M ¼ 96.55, s.e. ¼ 0.23)
compared with filler images (M ¼ 94.54, s.e. ¼ 0.29), but again, no significant main effect of tDCS
(F1,170 ¼ 0.04, p ¼ 0.833, h2p , 0:001; BJZS ¼ 0.16), or interaction between tDCS and stimulus type
(F1,170 ¼ 0.04, p ¼ 0.847, h2p , 0:001; BJZS ¼ 0.16).
4.7. Dietary restraint: exploratory analyses
As previous research has shown that inhibition training may be most effective for individuals who
score higher on measures of dietary restraint, we hypothesized in our pre-registration that the
effects of active tDCS and no-go training would be greatest or only present for those who met the
cut-off score for restrained eating. However as only 15 of 172 participants met the criteria for
dietary restraint we could not perform the analyses as defined in the pre-registered protocol.
Instead we undertook a linear mixed effects analysis in R [67] using the lme4 package ([68];
between-subjects factor: tDCS condition [active or sham]; within-subjects factor: time [pre- or post-
stimulation]; continuous factor: restraint). p-Values were calculated from degrees of freedom
estimated using Satterthwaite’s method [69]. This analysis revealed no significant main effect of
tDCS (F1,168 ¼ 1.27, p ¼ 0.261), restraint (F1,168 ¼ 0.55, p ¼ 0.460) or time (F1,168 ¼ 3.08, p ¼ 0.081),
and no significant interactions between tDCS and restraint (F1,168 ¼ 0.68, p ¼ 0.412), tDCS and time
(F1,168 ¼ 0.04, p ¼ 0.838), time and restraint (F1,168 ¼ 0.01, p ¼ 0.920) or the three-way interaction
between time, tDCS and restraint.
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The aim of this study was to investigate whether the application of tDCS to the DLPFC, alongside inhibition
training, could reduce food consumption and food craving. Previous research has shown tDCS to be an
effective way of reducing food cravings, although findings for food consumption are more uncertain
[25,26,70,71]. Here we recruited a larger-than-typical sample size to ensure sufficient statistical power to
detect moderate changes in eating behaviour, and we added a cognitive target (go/no-go training) in an
attempt to boost the effectiveness of active stimulation [17,18,31,32]. Our protocol was sham-controlled
and double-blind to rule out potential experimenter effects and demand characteristics; our results
suggest that blinding was successful. In addition, our protocol and analyses were pre-registered to ensure
transparent research practices and minimize bias. Contrary to our hypotheses, we found no evidence for
an effect of active tDCS on reduced food cravings or total food consumption.
Although these results are in contrast to previous research they are consistent with a recent study that
failed to show an effect of tDCS on cravings and consumption in a sample of healthy individuals ([70];
see also [72]). Furthermore, a recent meta-analysis concluded that single-session tDCS of the DLPFC was
not effective at modulating food cravings and that effects on food consumption were unreliable [30]. The
current literature on the effectiveness of tDCS as an intervention for eating-related behaviour therefore
appears to be conflicting. One possible explanation for the difference across findings is the samples
used. Previous studies showing positive results have typically recruited participants who self-
identified as having strong and frequent food cravings [25,26,28] as well as cravings specific to the
foods used in the experiments [24,27]. Although we selected commonly craved foods for the current
study we did not make any attempt to pre-screen participants for trait food craving. Similarly,
Georgii et al. [70] recruited an unselected sample and found no difference between active and sham
stimulation for either state food cravings or desire to eat the foods. Studies that have found positive
effects of tDCS without selecting individuals based on trait craving have either included obese
samples or have used repeated sessions of tDCS [71,73,74]; with a sample of healthy men Jauch-
Chara et al. [74] only reported a significant reduction in food intake after eight daily stimulation
sessions, with no effects after a single session. Furthermore, the results reported by Ray et al. [71]
were also dependent on gender, restrained eating and different facets of impulsivity; a reduction in
craving was specific to women with low attentional impulsivity and a reduction in food consumption
was only found for men who were either low in restrained eating or high in non-planning
impulsivity. With a very small sample size (eight females, 10 males) and lack of explicit bias control
(pre-registration) it is difficult to draw firm conclusions from this study alone, yet together the
current literature indicates a need to consider the role of cognitive traits and individual differences in
this line of research.
Studies have also reported specific effects of tDCS according to different macronutrients, which may
explain why we did not see positive results for a general food craving measure such as the G-FCQ-S
[50]. However, these results again appear variable across the literature. For example, Goldman et al. [25]
reported a reduction in craving for carbohydrates following active stimulation whereas two subsequent
studies found no effects for carbohydrate craving [28,29]. Likewise, Jauch-Chara et al. [74] reported that
the effect of repeated tDCS on total calorie consumption was mainly due to a reduction in carbohydrate
intake, although Gluck et al. [73] reported no effect on carbohydrate intake following three sessions of
anodal compared to cathodal stimulation. Contrasting results have also been reported for fats [25,28,73]
and protein [29,73]; however, the one taste category that does appear to be consistently associated with
reduced craving and consumption is sweet foods [25,26,28,29,73].
Sweet foods, more specifically foods high in sugar, are often thought of as having addictive
potential with reward often considered a key driver for consumption in the absence of hunger.
Neurotransmitters have been shown to modulate food intake, particularly for specific macronutrients,
for example consumption of sugar releases dopamine in the same way as consumption of addictive
substances, and the behavioural effects of sugar consumption and substance use are similar [75,76].
In addition to dopamine, research also indicates the importance of endogenous opioids in the
preference of high-sugar foods [77]. Cravings for sweet foods are also more common compared to
those for savoury foods which may explain why effects of tDCS are more consistent for such
foods [78]. Exploratory analyses in the current study indicated that participants consumed
significantly more calories from sweet foods, however, we found no interaction between food type
and tDCS condition.
As well as exploring differences across macronutrients, another approach is to consider personal
preferences. By asking participants to rank their favourite of the foods presented, both Burgess et al. [29]
12
royalsocietypublishing.org/journal/rsos
R.Soc.open
sci.6:181186and Ray et al. [71] were able to demonstrate that effects of active stimulation on food consumption were
specific to preferred foods.
Taken together, this literature indicates that the utilization of tDCS as a potential intervention for
eating-related behaviour is preliminary. There remain questions with regards to who can benefit the
most from such an intervention and under what circumstances. Lessons and future directions can be
taken from similar interventions such as food-related cognitive control training, which has been
shown to be most effective for those who are high in impulsivity and restrained eating [36,40].
There is already some evidence in the tDCS literature to suggest that cognitive traits may play a
significant role in determining the direction of effects [26,71]; however, replication with larger
sample sizes is necessary to verify such claims. The investigation of individual differences may also
help us to understand more about the underlying mechanisms; for example tDCS may be more
effective for those who are impulsive due to hypoactivity in prefrontal areas related to inhibitory
control. In the current study, we explored whether stimulation of the DLPFC during inhibition
training would result in improved inhibitory performance (see [48]). Our results revealed no
significant differences between active and sham stimulation during training but provided weak
evidence that active stimulation may speed reaction times without increasing commission errors in a
later task. Lapenta et al. [27] also investigated whether the effect of DLPFC stimulation on reduced
craving was due to modulation of inhibitory control. They found that tDCS resulted in a significant
increase in the frontal P3a component suggesting enhanced inhibition of an overt response;
however, they found no significant differences in behavioural performance between active and sham
conditions, which could have been due to ceiling effects.
Another possibility is that stimulation of the DLPFC serves to reduce the hedonic value of food. Hare
et al. [79] showed that increased activity in the DLPFC was associated with successful self-control when
making food choices and was also found to downregulate the goal value of unhealthy palatable foods. It
is possible therefore that tDCS effects could be stronger for those who demonstrate high reward
sensitivity and who find food particularly rewarding. As discussed above, early evidence for this
proposal comes from positive effects with samples of individuals who score highly on trait food
craving [24,25,27]. Moreover, inhibition training studies have proposed that devaluation of food
stimuli may be a potential mediator for the effect of training on behaviour [80]. However it should be
noted that recent research has shown that devaluation as a result of inhibitory control training
correlates with activity in brain regions other than the DLPFC (e.g. [81]).
An exploratory analysis indicated that active prefrontal tDCS may cause increased consumption of
healthy foods in comparison to sham tDCS, raising the question of whether this tDCS protocol could
have the potential to enhance consumption when used alongside go-training such as cue-approach
training (CAT). Whereas inhibitory control training is used with the aim of reducing food
consumption, CAT aims to increase consumption for pre-determined foods. For example, Kakoschke
et al. [82] used a visual dot probe task to investigate whether training attention towards foods could
modify food consumption. They found that when participants were trained to attend toward healthy
foods and away from unhealthy foods, they consumed significantly more healthy food in a
subsequent taste test in comparison to a group that had trained to orient attention toward unhealthy
foods and away from healthy foods. Combining tDCS with CAT may be a promising route to explore
the increase in consumption of healthy, minimally processed foods, which could potentially reduce
consumption of more heavily processed foods.
An additional avenue for future investigation is to consider improvements in brain stimulation
techniques as well as comparison between different methodologies. Transcranial magnetic stimulation
(TMS) is another method that has been used to modulate food cravings and consumption (e.g.
[83,84]). In the same meta-analysis that indicated no effect of tDCS on food craving, Lowe et al. [30]
found a significant effect of TMS in the reduction of food cravings. In addition to producing stronger
stimulation of cortex [85], TMS also has greater spatial focality than tDCS depending on the type of
coil [86]. Conventional tDCS involves the delivery of a current via 2 electrodes, typically quite large in
size. Electrical field modelling of the current flow indicates that large areas of the cortex can be
disrupted during stimulation leading to concerns regarding focality [87]. These concerns have fuelled
developments in tDCS techniques and the production of a more focal application. High definition
(HD) tDCS involves the use of much smaller electrodes (typically 1 cm) placed in a 4  1 montage,
with one single electrode placed over the region of interest, and the remaining four arranged in a
ring around the outside of the central electrode, resulting in a smaller area of stimulation [88].
Few studies have yet compared the effects of the two techniques, but preliminary research has found
the duration of effects to be improved with HD-tDCS [89]. If the negative findings we observed are
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sessions (e.g. [74]).2
In summary, the current study failed to replicate the effects of tDCS on reduced food craving or food
consumption within a larger-than-usual sample. While there may be potential for tDCS as an
intervention for unhealthy eating behaviour, our findings and those of Lowe et al. [30] highlight the
need for such studies to include larger sample sizes and explicit bias control (including study pre-
registration), thus allowing for more robust and transparent insights (see also [90]). After a surge in
papers reporting the effectiveness of tDCS in the last decade, the effects have also been questioned
more recently with reference to individual differences [91] and the efficacy of single-sessions [92].
Future research should be guided by these findings to focus on the importance of optimal study
design as well as the potential role of individual differences.
Ethics. The study was approved by the School of Psychology Research Ethics Committee, Cardiff University and
informed consent was obtained from all participants.
Data accessibility. The pre-registered study protocol, anonymised study data and JASP outputs are available on the Open
Science Framework (https://osf.io/2597q/).
Authors’ contributions. J.S. and R.C.A. designed the research, collected the data, analysed and interpreted the data and
drafted and finalized the manuscript. N.S.L., F.V. and C.D.C. made substantial contributions to the design of the
research, analysis and interpretation of the data, manuscript drafts and final approval of the manuscript. S.M.
contributed to data collection and manuscript drafting. All the authors agree to be accountable for all aspects of
the work in ensuring that questions related to the accuracy or integrity of any part of the work are appropriately
investigated and resolved.
Competing interests. C.D.C. is a member of the Royal Society Open Science editorial board but had no involvement in the
peer review process of this submission. The authors declare no other competing interests.
Funding. This study was supported by grants from the Biotechnology and Biological Sciences Research Council (BB/
K008277/1; C.D.C. and F.V.), the European Research Council (Consolidator 647893; C.D.C.), and the Wellcome
Trust Institutional Strategic Support Fund (ISSF; C.D.C., F.V. and N.S.L.).
Acknowledgements. We would like to thank Craig Hedge for his guidance with the statistical analyses.References
1. Monteiro CA, Moubarac JC, Levy RB, Canella DS,
Da Costa Louzada ML, Cannon G. 2018
Household availability of ultra-processed foods
and obesity in nineteen European countries.
Public Health Nutr. 21, 18–26. (doi:10.1017/
S1368980017001379)
2. Cummins S, Macintyre S. 2006 Food
environments and obesity—neighbourhood or
nation? Int. J. Epidemiol. 35, 100–104. (doi:10.
1093/ije/dyi276)
3. Prentice AM, Jebb SA. 2003 Fast foods, energy
density and obesity: a possible mechanistic link.
Obes. Rev. 4, 187–194. (doi:10.1046/j.1467-
789X.2003.00117.x)
4. Levitsky DA. 2005 The non-regulation of food
intake in humans: hope for reversing the
epidemic of obesity. Physiol. Behav. 86,
623–632. (doi:10.1016/j.physbeh.2005.08.053)
5. Burgess EE, Turan B, Lokken KL, Morse A,
Boggiano MM. 2014 Profiling motives
behind hedonic eating. Preliminary validation
of the Palatable Eating Motives Scale.
Appetite 72, 66–72. (doi:10.1016/j.appet.
2013.09.016)
6. Lowe MR, Butryn ML. 2007 Hedonic hunger: a
new dimension of appetite? Physiol. Behav. 91,
432–439. (doi:10.1016/j.physbeh.2007.04.006)
7. Gendall KA, Joyce PR, Sullivan PF. 1997 Impact
of definition on prevalence of food cravings in a2We also cannot rule out the possibility that
any way compete to diminish the sensitivityrandom sample of young women. Appetite 28,
63–72. (doi:10.1006/appe.1996.0060)
8. Batterink L, Yokum S, Stice E. 2010 Body mass
correlates inversely with inhibitory control in
response to food among adolescent girls: an
fMRI study. Neuroimage 52, 1696–1703.
(doi:10.1016/j.neuroimage.2010.05.059)
9. Pignatti R, Bertella L, Albani G, Mauro A,
Molinari E, Semenza C. 2006 Decision-making in
obesity: a study using the Gambling Task. Eat.
Weight Disord. 11, 126–132. (doi:10.1007/
BF03327557)
10. Uher R, Treasure J. 2005 Brain lesions and
eating disorders. J. Neurol. Neurosurg. Psychiatry
76, 852–857. (doi:10.1136/jnnp.2004.048819)
11. Gluck ME, Viswanath P, Stinson EJ. 2017
Obesity, appetite, and the prefrontal cortex.
Curr. Obes. Rep. 6, 380–388. (doi:10.1007/
s13679-017-0289-0)
12. Brooks SJ et al. 2013 Late-life obesity is
associated with smaller global and regional gray
matter volumes: a voxel-based morphometric
study. Int. J. Obes. 37, 230–236. (doi:10.1038/
ijo.2012.13)
13. Brooks SJ, Cedernaes J, Schio¨th HB. 2013
Increased prefrontal and parahippocampal
activation with reduced dorsolateral prefrontal
and insular cortex activation to food images in
obesity: a meta-analysis of fMRI studies. PLoSinhibition training might counteract the effects
of the DLPFC to stimulation. This remains toONE 8, e60393. (doi:10.1371/journal.pone.
0060393)
14. DelParigi A, Chen K, Salbe AD, Hill JO, Wing RR,
Reiman EM, Tataranni PA. 2007 Successful dieters
have increased neural activity in cortical areas
involved in the control of behavior. Int. J. Obes.
31, 440–448. (doi:10.1038/sj.ijo.0803431)
15. Hollmann M, Hellrung L, Pleger B, Schlo¨gl H,
Kabisch S, Stumvoll M, Villringer A, Horstmann
A. 2012 Neural correlates of the volitional
regulation of the desire for food. Int. J. Obes.
36, 648–655. (doi:10.1038/ijo.2011.125)
16. Weygandt M, Mai K, Dommes E, Leupelt V,
Hackmack K, Kahnt T, Rothemund Y, Spranger J,
Haynes JD. 2013 The role of neural impulse
control mechanisms for dietary success in
obesity. Neuroimage 83, 669–678. (doi:10.
1016/j.neuroimage.2013.07.028)
17. Alonso-Alonso M, Pascual-Leone A. 2007 The
right brain hypothesis for obesity role of the
brain in the control. 297, 1819–1822.
18. Antal A, Terney D, Poreisz C, Paulus W. 2007
Towards unravelling task-related modulations of
neuroplastic changes induced in the human
motor cortex. Eur. J. Neurosci. 26, 2687–2691.
(doi:10.1111/j.1460-9568.2007.05896.x)
19. Liebetanz D. 2002 Pharmacological approach to
the mechanisms of transcranial DC-stimulation-
induced after-effects of human motor cortexof tDCS, should the two interventions in
be tested.
14
royalsocietypublishing.org/journal/rsos
R.Soc.open
sci.6:181186excitability. Brain 125, 2238–2247. (doi:10.
1093/brain/awf238)
20. Nitsche MA, Fricke K, Henschke U, Schlitterlau A,
Liebetanz D, Lang N, Henning S, Tergau F,
Paulus W. 2003 Pharmacological modulation of
cortical excitability shifts induced by transcranial
direct current stimulation in humans. J. Physiol.
553, 293–301. (doi:10.1113/jphysiol.2003.
049916)
21. Nitsche MA, Paulus W. 2000 Excitability changes
induced in the human motor cortex by weak
transcranial direct current stimulation. J. Physiol.
527, 633–639. (doi:10.1111/j.1469-7793.2000.
t01-1-00633.x)
22. Nitsche MA et al. 2005 Modulating parameters
of excitability during and after transcranial
direct current stimulation of the human motor
cortex. J. Physiol. 568, 291–303. (doi:10.1113/
jphysiol.2005.092429)
23. Priori A. 2003 Brain polarization in humans: a
reappraisal of an old tool for prolonged non-
invasive modulation of brain excitability. Clin.
Neurophysiol. 114, 589–595. (doi:10.1016/
S1388-2457(02)00437-6)
24. Fregni F et al. 2008 Transcranial direct current
stimulation of the prefrontal cortex modulates
the desire for specific foods. Appetite 51,
34–41. (doi:10.1016/j.appet.2007.09.016)
25. Goldman RL, Borckardt JJ, Frohman HA, O’Neil
PM, Madan A, Campbell LK, Budak A, George
MS. 2011 Prefrontal cortex transcranial direct
current stimulation (tDCS) temporarily reduces
food cravings and increases the self-reported
ability to resist food in adults with frequent
food craving. Appetite 56, 741–746. (doi:10.
1016/j.appet.2011.02.013)
26. Kekic M, McClelland J, Campbell I, Nestler S,
Rubia K, David AS, Schmidt U. 2014 The effects
of prefrontal cortex transcranial direct current
stimulation (tDCS) on food craving and temporal
discounting in women with frequent food
cravings. Appetite 78, 55–62. (doi:10.1016/j.
appet.2014.03.010)
27. Lapenta OM, Sierve KD, de Macedo EC, Fregni F,
Boggio PS. 2014 Transcranial direct current
stimulation modulates ERP-indexed inhibitory
control and reduces food consumption. Appetite
83, 42–48. (doi:10.1016/j.appet.2014.08.005)
28. Ljubisavljevic M, Maxood K, Bjekic J, Oommen J,
Nagelkerke N. 2016 Long-term effects of repeated
prefrontal cortex transcranial direct current
stimulation (tDCS) on food craving in normal and
overweight young adults. Brain Stimul. 9,
826–833. (doi:10.1016/j.brs.2016.07.002)
29. Burgess EE, Sylvester MD, Morse KE, Amthor FR,
Mrug S, Lokken KL, Osborn MK, Soleymani T,
Boggiano MM. 2016 Effects of transcranial direct
current stimulation (tDCS) on binge eating
disorder. Int. J. Eat. Disord. 49, 930–936.
(doi:10.1002/eat.22554)
30. Lowe CJ, Vincent C, Hall PA. 2017 Effects of
noninvasive brain stimulation on food cravings
and consumption: a meta-analytic review.
Psychosom. Med. 79, 2–13. (doi:10.1097/PSY.
0000000000000368)
31. Woods AJ et al. 2016 A technical guide to tDCS,
and related non-invasive brain stimulation tools.
Clin. Neurophysiol. 127, 1031–1048. (doi:10.
1016/j.clinph.2015.11.012)32. Wiers RW, Gladwin TE, Hofmann W, Salemink E,
Ridderinkhof KR. 2013 Cognitive bias
modification and cognitive control training in
addiction and related psychopathology:
mechanisms, clinical perspectives, and ways
forward. Clin. Psych. Sci. 1, 192–212. (doi:10.
1177/2167702612466547)
33. Adams RC, Lawrence NS, Verbruggen F,
Chambers CD. 2017 Training response inhibition
to reduce food consumption: mechanisms,
stimulus specificity and appropriate training
protocols. Appetite 109, 11–23. (doi:10.1016/j.
appet.2016.11.014)
34. Houben K. 2011 Overcoming the urge to
splurge: influencing eating behavior by
manipulating inhibitory control. J. Behav. Ther.
Exp. Psychiatry 42, 384–388. (doi:10.1016/j.
jbtep.2011.02.008)
35. Houben K, Jansen A. 2011 Training inhibitory
control. A recipe for resisting sweet temptations.
Appetite 56, 345–349. (doi:10.1016/j.appet.
2010.12.017)
36. Lawrence NS, O’Sullivan J, Parslow D, Javaid M,
Adams RC, Chambers CD, Kos K, Verbruggen F.
2015 Training response inhibition to food is
associated with weight loss and reduced energy
intake. Appetite 95, 17–28. (doi:10.1016/j.
appet.2015.06.009)
37. Lawrence NS, Verbruggen F, Morrison S, Adams
RC, Chambers CD. 2015 Stopping to food can
reduce intake. Effects of stimulus-specificity and
individual differences in dietary restraint.
Appetite 85, 91–103. (doi:10.1016/j.appet.
2014.11.006)
38. Veling H, van Koningsbruggen GM, Aarts H,
Stroebe W. (2014) Targeting impulsive processes
of eating behavior via the internet. Effects on
body weight. Appetite 78, 102–109. (doi:10.
1016/j.appet.2014.03.014)
39. Allom V, Mullan B, Hagger M. 2016 Does
inhibitory control training improve health
behaviour? A meta-analysis. Health Psychol. Rev.
10, 168–186. (doi:10.1080/17437199.2015.
1051078)
40. Jones A, Di Lemma LCG, Robinson E,
Christiansen P, Nolan S, Tudur-Smith C, Field M.
2016 Inhibitory control training for appetitive
behaviour change: a meta-analytic investigation
of mechanisms of action and moderators of
effectiveness. Appetite 97, 16–28. (doi:10.
1016/j.appet.2015.11.013)
41. Beeli G, Casutt G, Baumgartner T, Ja¨ncke L. 2008
Modulating presence and impulsiveness by
external stimulation of the brain. Behav. Brain
Funct. 4, 1–7. (doi:10.1186/1744-9081-4-1)
42. Boggio PS, Bermpohl F, Vergara AO, Muniz AL,
Nahas FH, Leme PB, Rigonatti SP, Fregni F. 2007
Go-no-go task performance improvement after
anodal transcranial DC stimulation of the left
dorsolateral prefrontal cortex in major
depression. J. Affect. Disord. 101, 91–98.
(doi:10.1016/j.jad.2006.10.026)
43. Garavan H, Hester R, Murphy K, Fassbender C,
Kelly C. 2006 Individual differences in the
functional neuroanatomy of inhibitory control.
Brain Res. 1105, 130–1142. (doi:10.1016/j.
brainres.2006.03.029)
44. Liddle PF, Kiehl KA, Smith AM. 2001 Event-
related fMRI study of response inhibition.Hum. Brain Mapp. 12, 100–109. (doi:10.
1002/1097-0193(200102)12:2,100::AID-
HBM1007.3.0.CO;2-6)
45. MacDonald AW, Cohen JD, Stenger VA, Carter CS.
2010 Dissociating the role of the dorsolateral
prefrontal cortex in cognitive control. Science
288, 1835–1838.
46. Wager TD, Sylvester CYC, Lacey SC, Nee DE,
Franklin M, Jonides J. 2005 Common and
unique components of response inhibition
revealed by fMRI. Neuroimage 27, 323–340.
(doi:10.1016/j.neuroimage.2005.01.054)
47. Zheng D, Oka T, Bokura H, Yamaguchi S. 2008
The key locus of common response inhibition
network for no-go and stop signals. J. Cogn.
Neurosci. 20, 1434–1442. (doi:10.1162/jocn.
2008.20100)
48. Ditye T, Jacobson L, Walsh V, Lavidor M. 2012
Modulating behavioral inhibition by tDCS
combined with cognitive training. Exp. Brain Res.
219, 363–368. (doi:10.1007/s00221-012-3098-4)
49. Watson D, Clark LA, Tellegen A. 1988
Development and validation of brief measures
of positive and negative affect: the PANAS
scales. J. Pers. Soc. Psychol. 54, 1063–1070.
(doi:10.1037/0022-3514.54.6.1063)
50. Nijs IMT, Franken IHA, Muris P. 2007 The
modified Trait and State Food-Cravings
Questionnaires: development and validation of a
general index of food craving. Appetite 49,
38–46. (doi:10.1016/j.appet.2006.11.001)
51. Scho¨nbrodt FD, Wagenmakers EJ, Zehetleitner
M, Perugini M. 2017 Sequential hypothesis
testing with Bayes factors: efficiently testing
mean differences. Psychol. Methods 22,
322–339. (doi:10.1037/met0000061)
52. Connolly P, Faul F, Erdfelder E, Lang A-G,
Buchner A. 2007 G*Power 3: a flexible statistical
power analysis program for the social,
behavioral, and biomedical sciences. Behav. Res.
Methods 39, 175–191.
53. Robinson E, Haynes A, Hardman CA, Kemps E,
Higgs S, Jones A. 2017 The bogus taste test:
validity as a measure of laboratory food intake.
Appetite 116, 223–231. (doi:10.1016/j.appet.
2017.05.002)
54. Collins A, Mullan B. 2011 An extension of the
theory of planned behavior to predict
immediate hedonic behaviors and distal benefit
behaviors. Food Qual. Prefer. 22, 638–646.
(doi:10.1016/j.foodqual.2011.03.011)
55. Tangney JP, Baumeister RF, Boone AL. 2004
High self-control predicts good adjustment, less
pathology, better grades, and interpersonal
success. J. Pers. 72, 271–324. (doi:10.1111/j.
0022-3506.2004.00263.x)
56. John OP, Naumann LP, Soto CJ. 2008 Paradigm
shift to the integrative big-five trait taxonomy:
history, measurement, and conceptual issues. In
Handbook of Personality: Theory and Research
(eds OP John, RW Robins, LA Pervin),
pp. 114–158. New York, NY: Guilford Press.
57. Gross JJ, John OP. 2003 Individual differences in
two emotion regulation processes: implications
for affect, relationships, and well-being. J. Pers.
Soc. Psychol. 85, 348–362. (doi:10.1037/0022-
3514.85.2.348)
58. Whiteside SP, Lynam DR. 2001 The five factor
model and impulsivity: using a structural model
15
royalsocietypublishing.org/journal/rsos
R.Soc.open
sci.6:181186of personality to understand impulsivity. Pers.
Individ. Dif. 30, 669–689. (doi:10.1016/S0191-
8869(00)00064-7)
59. Derryberry D, Reed MA. 2002 Anxiety-related
attentional biases and their regulation by
attentional control. J. Abnorm. Psychol. 111,
225–236. (doi:10.1037/0021-843X.111.2.225)
60. Watson D, Clark LA, Weber K, Assenheimer JS,
Strauss ME, McCormick RA. 1995 Testing a
tripartite model: II. Exploring the symptom
structure of anxiety and depression in
student, adult, and patient samples. J. Abnorm.
Psychol. 104, 15–25. (doi:10.1037/0021-843X.
104.1.15)
61. Herman CP, Polivy JP. 1980 Restrained eating. In
Obesity (eds AJ Stunkard), pp. 208–225.
Philadelphia, PA: Saunders.
62. Tabachnick BG, Fidell LS. 2007 Using
multivariate statistics (5th ed.). Boston, MA:
Allyn and Bacon.
63. Dienes Z. 2011 Bayesian versus orthodox
statistics: which side are you on? Perspect.
Psychol. Sci. 6, 274–290. (doi:10.1177/
1745691611406920)
64. Dienes Z. 2014 Using Bayes to get the most out
of non-significant results. Front. Psychol. 5,
1–17. (doi:10.3389/fpsyg.2014.00781)
65. Rouder JN, Speckman PL, Sun D, Morey RD,
Iverson G. 2009 Bayesian t tests for accepting
and rejecting the null hypothesis. Psychon. Bull.
Rev. 16, 225–237. (doi:10.3758/PBR.16.2.225)
66. Love J et al. 2015 JASP (Version 0.7) [Computer
software].
67. R Core Team. 2016 R: a language and
environment for statistical computing. Vienna,
Austria: R Foundation for Statistical Computing,
http://www.R-project.org/
68. Bates D, Maechler M, Bolke B, Walker S. 2015
Fitting linear mixed-effects models using
lme4. J. Stat. Softw. 67, 1– 48. (doi:10.
18637/jss.v067.i01)
69. Kuznetsova A, Brockhof PB, Christensen RHB.
2016 lmerTest: Tests in linear mixed effects
models. R package version 2.0-33. See https://
CRAN.R-project.org/package=lmerTest
70. Georgii C, Goldhofer P, Meule A, Richard A,
Blechert J. 2017 Food craving, food choice and
consumption: the role of impulsivity and sham-
controlled tDCS stimulation of the right dlPFC.
Physiol. Behav. 177, 20–26. (doi:10.1016/j.
physbeh.2017.04.004)
71. Ray MK, Sylvester MD, Osborn L, Helms J, Turan
B, Burgess EE, Boggiano MM. 2017 The critical
role of cognitive-based trait differences in
transcranial direct current stimulation (tDCS)
suppression of food craving and eating in frankobesity. Appetite 116, 568–574. (doi:10.1016/j.
appet.2017.05.046)
72. Bravo GL et al. 2016 Transcranial direct current
stimulation reduces food-craving and measures
of hyperphagia behavior in participants with
Prader-Willi syndrome. Am. J. Med. Genet. B
Neuropsychiatr. Genet. 171, 266–275. (doi:10.
1002/ajmg.b.32401)
73. Gluck ME et al. 2015 Noninvasive
neuromodulation targeted to the lateral
prefrontal cortex induces changes in energy
intake and weight loss in obesity. Obesity 23,
2149–2156. (doi:10.1002/oby.21313)
74. Jauch-Chara K, Kistenmacher A, Herzog N,
Schwarz M, Schweiger U, Oltmanns KM, Al JET
2014 Repetitive electric brain stimulation
reduces food intake in humans 1–3.
Am. J. Clin. Nutr. 100, 1003–1009. (doi:10.
3945/ajcn.113.075481)
75. Avena NM, Rada P, Hoebel BG. 2008 Evidence
for sugar addiction: behavioral and
neurochemical effects of intermittent, excessive
sugar intake. Neurosci. Biobehav. Rev. 32,
20–39. (doi:10.1016/j.neubiorev.2007.04.019)
76. Benton D. 2010 The plausibility of sugar
addiction and its role in obesity and eating
disorders. Clin. Nutr. 29, 288–303. (doi:10.
1016/j.clnu.2009.12.001)
77. Olszewski PK, Levine AS. 2007 Central opioids
and consumption of sweet tastants: when reward
outweighs homeostasis. Physiol. Behav. 91,
506–512. (doi:10.1016/j.physbeh.2007.01.011)
78. Hill AJ. 2007 The psychology of food craving:
symposium on molecular mechanisms and
psychology of food intake. Proc. Nutr. Soc. 66,
277–285. (doi:10.1017/S0029665107005502)
79. Hare TA, Camerer CF, Rangel A. 2009 Self-
control in decision-making involves modulation
of the vmPFC valuation system. Science 324,
646–648. (doi:10.1126/science.1168450)
80. Veling H, Aarts H, Stroebe W. 2013 Stop signals
decrease choices for palatable foods through
decreased food evaluation. Front. Psychol. 4,
1–7. (doi:10.3389/fpsyg.2013.00875)
81. Stice E, Yokum S, Veling H, Kemps E, Lawrence
NS. 2017 Pilot test of a novel food response and
attention training treatment for obesity: brain
imaging data suggest actions shape valuation.
Behav. Res. Ther. 94, 60–70. (doi:10.1016/j.
brat.2017.04.007)
82. Kakoschke N, Kemps E, Tiggemann M. 2014
Attentional bias modification encourages
healthy eating. Eat. Behav. 15, 120–124.
(doi:10.1016/j.eatbeh.2013.11.001)
83. Lowe CJ, Hall PA, Staines WR. 2014 The effects
of continuous theta burst stimulation to the leftdorsolateral prefrontal cortex on executive
function, food cravings, and snack food
consumption. Psychosom. Med. 76, 503–511.
(doi:10.1097/PSY.0000000000000090)
84. Van den Eynde F, Claudino AM, Mogg A, Horrell
L, Stahl D, Ribeiro W, Uher R, Campbell I,
Schmidt U. 2010 Repetitive transcranial
magnetic stimulation reduces cue-induced
food craving in bulimic disorders. Biol.
Psychiatry 67, 793–795. (doi:10.1016/j.
biopsych.2009.11.023)
85. Wagner T, Valero-Cabre A, Pascual-Leone A.
2007 Noninvasive human brain stimulation.
Annu. Rev. Biomed. Eng. 9, 527–565. (doi:10.
1146/annurev.bioeng.9.061206.133100)
86. Wagner T, Rushmore J, Eden U, Cabre A-V. 2009
Biophysical foundations underlying TMS: setting
the stage for an effective use of
neurostimulation in the cognitive neurosciences.
19, 389–399.
87. Datta A, Elwassif M, Battaglia F, Bikson M. 2008
Transcranial current stimulation focality using
disc and ring electrode configurations: FEM
analysis. J. Neural Eng. 5, 163–174. (doi:10.
1088/1741-2560/5/2/007)
88. Datta A, Bansal V, Diaz J, Patel J, Reato D,
Bikson M. 2009 Gyri-precise head model of
transcranial direct current stimulation: improved
spatial focality using a ring electrode versus
conventional rectangular pad. Brain Stimul. 2,
201–207.e1. (doi:10.1016/j.brs.2009.03.005)
89. Kuo HI, Bikson M, Datta A, Minhas P, Paulus W,
Kuo MF, Nitsche MA. 2013 Comparing cortical
plasticity induced by conventional and high-
definition 41 ring tDCS: a neurophysiological
study. Brain Stimul. 6, 644–648. (doi:10.1016/j.
brs.2012.09.010)
90. Russo R, Twyman P, Cooper NR, Fitzgerald PB,
Wallace D. 2017 When you can, scale up: large-
scale study shows no effect of tDCS in an
ambiguous risk-taking task. Neuropsychologia
104, 133–143. (doi:10.1016/j.
neuropsychologia.2017.08.008)
91. Horvath JC, Carter O, Forte JD. 2014 Transcranial
direct current stimulation: five important issues
we aren’t discussing (but probably should be).
Front. Syst. Neurosci. 8, 1–8. (doi:10.3389/
fnsys.2014.00002)
92. Horvath JC, Forte JD, Carter O. 2015 Evidence
that transcranial direct current stimulation
(tDCS) generates little-to-no reliable
neurophysiologic effect beyond MEP amplitude
modulation in healthy human subjects: a
systematic review. Neuropsychologia 66,
213–236. (doi:10.1016/j.neuropsychologia.
2014.11.021)
